DISCUSSION
This case description focuses on the MRI features of PRES, but yet not fulfilling the clinical definition of this syndrome. Indeed, a transient alteration of mental function does not qualify. One could argue that the term "clinically silent PRES" to describe this case is a misnomer without the appropriate clinical symptoms to accompany the MRI findings, and a more appropriate radiological description might include transient bilateral occipital edema rather than "PRES" for this case. Nevertheless, almost ten cases of PRES in association with GBS have been previously reported in the literature, although most of them were symptomatic. 3 Parmentier et al recently reported similar findings in a 28-year-old woman with GBS and moderately elevated blood pressure. 4 One likely explanation is that brain imaging is rarely performed in GBS, reducing the likelihood that a diagnosis of associated PRES will be made.
Although the underlying physiopathology supporting the association between PRES and GBS remains unclear, the most accepted mechanism is dysautonomia induced by GBS. 5 It is the presumably mechanism in our case, with wide fluctuations of blood pressure leading to failed cerebral autoregulation and vasogenic edema. Alternative hypotheses may include endothelial dysfunction in keeping with elevated cytokines levels in plasma and cerebrospinal fluid, leading to altered integrity of the bloodbrain barrier. 6 In conclusion, this case emphasizes the fact that PRES may be clinically silent, and may therefore be more common than previously reported. 
